Medicine, 37, [286] [287] [288] [289] [290] 50, 115â€"116. In the search for neurobiological factors in the aetiology of autism, interest has focused on the temporal lobes. We present a case of Asperger's syndrome in an otherwise healthy adult with direct evidence of left temporal lobe damage on computerised tomography.
Neurobiological factors are generally accepted as being of aetiological importance in autism (Rutter, 1974) . Such factors are diverse and include bio chemical (Gillberg et al, 1983) , electrophysiological (Skoff et al, 1980) , and structural brain abnormalities (Bauman & Kemper, 1985; Prior, 1987) . There has been particular interest in the role of temporal lobe damage (Hetzler & Griffm, 1981) . Magnetic resonance studies have noted fourth-ventricle enlargement but have been unable to localise this to structural pathology (Gaffney et a!, 1987) , and computerised axial tomography studies have been inconclusive (Creasey et a!, 1986) . Much of the other evidence is inferred from indirect neuropsychological studies (De Long, 1978) . Both Wing (1981) and Rutter (1974) have stressed that, while there are clear differences, there is a relationship between higher-functioning autism, autistic psychopathology, and Asperger's syndrome in adults. They consider these conditions to lie on a biological continuum with infantile autism.
Thus isolated areas of brain pathology in the more specific Asperger's syndrome may give clues to the localisation of pathology in the autistic syndrome as a whole. We present direct evidence of temporal lobe damage in a case of Asperger's syndrome.
Case report
A 34-year-old Caucasian man was referred for investigation of short periods of inaccessibility and episodes of disturbed behaviour. There was no family history of psychiatric disorder. His mother reported a difficult forceps delivery due to oblique lie, at full term. As a baby he disliked being picked up and was never as affectionate as his sister, born two years later. Speech remained merely a babble until age two and half years when he said his first words in the form of a sentence, â€oe¿ No bulb in dat light, thereâ€•. Other milestones were normal. As a toddler he neglected toys but would push kitchen pans up and down the kitchen floor for long periods. He disliked being in groups of children at primary school but was described as a good pupil and his parents regarded him as normal. His interests were astronomy, astrology, and reading the Guinness Book of Records. He passed the 11+ examination, attended grammar school, and was well placed in all subjects, winning a prize in Latin. He developed an interest in Esperanto and his family first had cause for concern when, age 13years, he began to spend many hours alone trying to invent a new language. Previously placid, LEFT TEMPORAL LOBE DAMAGE IN ASPERGER'S SYNDROME he began to be argumentative and to have temper tantrums. He neglected his school work but avidly read books on numerology and astronomy. He was bullied at school and became isolated and withdrawn. After two years his school performance was hopeless, his family found communication with him impossible, and he was referred to a child guidance clinic. There was no evidence of organic impairment or psychotic phenomena. Psychometry revealed highest scores on rote memory. A diagnosis of possible schizophrenia was suggested and neuroleptic medication prescribed in an effort to control the behavioural outbursts. For the past 17 years the condition has been relatively stable. The patient lives at home with his mother, with close attention from community psychiatric services. He continued to take neuroleptics up to the time of referral. He is a dishevelled though pleasant man who spends many hours alone reading astrological texts, books on chess, and the Guinness Book of Records, from which he can quote many statistics. He makes virtually no eye contact and dislikes crowds intensely. He has little spontaneous speech although answers questions appropriately and can discuss astronomy and chess with enthusiasm. Often he will walk off in the middle of a conversation. There is no evidence of any mood disorder or of abnormal thought processes and he denies both delusion and hallucination. He appears to have no insight into his abnormal social interactions. Physical examination reveals a mild thoracic kyphoscoliosis and no focal neurological signs.
A computerised tomography (CT) brain scan ( Fig. 1) revealed low density in the left temporal region and atrophy of the left temporal pole. Other brain areas were normal.
Resting electroencephalography (EEG), sleep EEG, 36 hours of ambulatory EEG recording, and brain-stem auditory evoked potentials were normal.Haematological tests were normal. There was a raised bone alkaline phosphatase activity at 142 IU (normal range 20â€"120 lU/l).
Biochemistry was otherwise normal, including serum Bl2 and folate concentrations and thyroid function tests. Psychological testing showed full-scalelQ of 93 (WAIS-R), a verbal IQ of 96, and a performance IQ of 89 (pro-rated).
During a four-week trial off neuroleptic medication the patient became disturbed. He mumbled statistics to himself for hours at a time, urinated in inappropriate places, exhibited sexual disinhibition, but experienced no thought disorder, delusion or hallucination. He readily accepted small doses of chlorpromazine and within days resumed his previous lifestyle and pursuits, suggesting a sedative rather than antipsychotic effect.
Discussion
This patient demonstrated many of the clinical features commonly seen in Asperger's syndrome (Wing, 1981) . He has a full command of English despite initial delay, an interest in astrology and numerology, a normal IQ, but suffers gross dis turbance of social interaction and non-verbal communication.
Wing (1981) also stresses lack of interest and pleasure in the first year of life. It is of interest to study such cases as the autistic process is not complicated by physical illness, mental impairment, or seizures, and in the case presented it seems reasonable to assume some role for the abnormal left temporal lobe in the genesis of the patient's mental condition.
As for the differential diagnosis, the patient was (Hauser et a!, 1975) . Microscopic abnormalities in limbic structures have been demon strated in a mentally impaired, epileptic autistic adult (Bauman & Kemper, 1985) , but mental impairment and epilepsy in this study make interpretation difficult. De Long (1978) proposed a neuropsycho logical model of autism where a unilateral left medial temporal lesion coexists with an intact right side, It is well known that the incidence of obstetric complications is increased in autism (Gillberg & Gillberg, 1983) and that medial temporal lobe structures may be particularly susceptible to perinatal hypoxia (Brown & Brierley, 1973 (Hetzler & Griffen, 1981) , and Kluverâ€"Bucy syndrome (Dc Long, 1978) . We present direct evidence of left temporal lobe pathology in a case of Asperger's syndrome. Although the neural mechanism involved cannot be elucidated, this case adds further weight to the notion of autism as a temporal lobe disorder.
